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Klaus Conrad’s major contribution to the phenomenology
of psychosis focused on the patient’s experiences during the
prodromal and early psychotic phases of schizophrenia.
The literature in English concerning his work is sparse,
in part because Conrad’s work contains complex concepts
that lose much in translation. This communication attempts
to clarify Conrad’s thought, especially as it pertains to the
role of mood and delusions in beginning psychosis and its
underlying neurobiology.
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Introduction

Acclaimed as a ‘‘great German psychiatrist,’’1 Klaus
Conrad advanced the concept of prodromal ‘‘delusional
mood’’ or ‘‘atmosphere.’’ Thought to have provided ‘‘one
of the most impressive descriptions ever written concern-
ing early schizophrenia,’’2 his views ‘‘on the origin and
development of psychotic experiences’’ are considered
‘‘ . something completely new, and . a source of
new ideas for research on psychopathology.’’3 Further-
more, the concept of basic symptoms as self-experienced
subclinical prodromal disturbances is rooted in Conrad’s
work and is a central element of the Bonn Scale for the
Assessment of Basic Symptoms.4,5 Nevertheless, the lit-
erature in English concerning Conrad is sparse. Some
of the barriers are linguistic. Others are conceptual or his-
torical, and some of the barriers are simply because his

work has been misunderstood. In this communication,
I elaborate on a few of his core concepts regarding begin-
ning schizophrenia.

Conrad’s Stage Model of Beginning Schizophrenia

As director of a neurologicmilitary hospital, Conrad inter-
viewed and carefully documented the reports of a large
sample of soldiers (n = 107) experiencing beginning schizo-
phrenia. From these reports, Conrad developed a ‘‘stage
model’’ for the formation and maintenance of delusions
in beginning schizophrenia.6 The following case exempli-
fies this model.

Case History

Due to possible psychosis, a 32-year-old first-class pri-
vate, Karl B., was brought to Dr Conrad’s hospital. In
his interview with Conrad, the patient reports that ‘‘ev-
erything begins’’ one morning as his unit breaks to leave
camp.When the sergeant asks him for the key to his quar-
ters, it is suddenly clear to him that it is a ploy to ‘‘test’’
him. While departing in the bus, he notices that his com-
rades are behaving strangely: They know something that
he is not supposed to know. One of his comrades asks
‘‘conspicuously’’ if he has any bread. At midday, they ar-
rive in a town to relieve units positioned there. A few in
his company are charged with finding quarters for the
rest of them. This is only a ruse for the few to receive
instructions in how to deal with him while he waits
with the others in the motor coach. One after another,
groups of men leave the coach only for the others to
return. ‘‘It is clear that they are all receiving their instruc-
tions’’ about him. The patient is unable to explain how he
sees this. He simply ‘‘sees it.’’ He straightens the quarters
assigned to him and then goes below to buy cigarettes. He
proceeds through a garden, where many noncommis-
sioned officers, the staff sergeant, and some women
are sitting. They are surprised to suddenly see him there
and are planning that the women fabricate something
with him that evening. One of the officers then drives
off to inform the superiors about him. In the pub that
evening, the music, the woman selling cigarettes, and
the conversations have been prearranged to test whether
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he notices. Everyone has been instructed and knows
exactly what to do.

Due to his failure to follow orders, which is ‘‘another
test,’’ the staff sergeant transports him by car to the psy-
chiatric hospital. Everything along the road, eg, piles of
stone, construction sites, sheep crossings, is arranged to
test whether he notices. While looking out the window,
the staff sergeant observes whether he correctly notes all
of this. Later he thinks, ‘‘There must be some kind of pe-
culiar effect emanating from me. Other people are under
my influence as if under a spell.’’ That is, the persons who
experience his gaze, ie, his looking at them, exhibit a dis-
torted facial expression or bodily behavior, indicating the
tension they receive from him (‘‘omnipotence’’).

When he reaches Conrad’s military hospital, the delu-
sions have progressed from external space to the inner
space of his body. The patient reports that a ‘‘wave ap-
paratus’’ controls his movements from some distance
through electric current. Adjusted by a dial, the current
changes from having negligible control over his move-
ments, preserving his ‘‘free will,’’ to having complete con-
trol, at which point, the machine ‘‘inputs’’ commands.7

In Conrad’s stage model, there is often a prodromal
delusional mood prior to the onset of the delusions.
This may last for days, months, or even years.7,8 During
this period, thepatient experiences an increasinglyoppres-
sive tension, ‘‘a feeling of nonfinality’’ or expectation. The
individual describes that something is ‘‘in the air’’ but is
unable to say what has changed. Although the experience
may be varied, the subject experiences amarked change of
‘‘emotional–motivational’’ state.At first, this is associated
with themost salient experiences but eventually spreads to
pervade the patient’s entire experiential field. The patient
may feel not only excitement, ‘‘intoxicated’’ anticipation,
but also suspiciousness, fear, depressive inhibition, guilt,
a feeling of separation from others, and often a combina-
tion of these. She or he may perform abrupt, seemingly
meaningless actions.

Conrad calls this initial expectational phase ‘‘Trema’’
(stage fright) as the patient has the feeling that something
very important is about to happen. Attention is drawn
toward irrelevant stimuli, thoughts, and associative con-
nections, which are distressing and unpredictable: ‘‘The
perceptual background acquires entirely new character-
istics. Everything that lies in the periphery to one’s atten-
tion, what is behind, or not part of the current thematic
focus’’ becomes a potential threat.7 The perceptual back-
ground, which remained unnoticed, now takes on a char-
acter of its own. The sense of threat (or whatever the
predominant quality of the delusion happens to be)
spreads to the entire perceptual field. This means that
what is not yet noticed in a potential perceptual gestalt
takes on ‘‘saliency even before the patient orients to it,
ie, before becoming the focus of attention.’’9 The
patient’s changed internal motivational–emotional state,
the delusional mood, imbues the entire field of experience

with a transformed ‘‘physiognomic’’ quality (ie, a sense of
potential revelation/threat accompanied by affective ten-
sion due presumably to underlying neurobiological
changes). Nevertheless, the subject (like the anosognosic
neurological patient) does not attribute the changes to
his/her own state but externalizes them to some, yet to
be understood process in the world.
The delusions appear suddenly as an ‘‘aha experience’’

(‘‘Aha-Erlebnis’’ or ‘‘revelation’’) concerning what had
been perplexing during delusional mood and often bring
relief. Conrad7 describes this as a reflexive turning back
on the self in which the universe is experienced as ‘‘revolv-
ing’’ around the self as middle point (ie, ‘‘anastrophe,’’ see
table 1). The delusions are not primarily a psychoanalytic
defensive reaction meant to protect the self but involve
a fundamental ‘‘reorganization’’ of the patient’s experi-
ence to maintain behavioral interaction with the environ-
ment despite the underlying disruption of perceptual
binding processes.7,10 At the aha-moment, the patient is
to unable shift ‘‘frame of reference’’ to consider the expe-
rience from any other perspective than the current one.
The transition from delusional mood to the Aha-Erlebnis
of the delusional revelation occurs precisely at themoment
of loss of the patient’s ability to distance from the experi-
ence, ie, ‘‘to achieve an exchange of reference frames or
perspectives, ie, to consider the situation—even if only
temporarily—with the eyes of the other(s).’’7 In becoming
delusional, the patient, however, ‘‘is not conscious of this
loss of this ability to transcend’’ the current experience.7

Conrad explains: ‘‘Borrowing from ancient Greek, the arti-
ficial term ‘apophany’ describes this process of repetitively
and monotonously experiencing abnormal meanings in
the entire surrounding experiential field, eg, being ob-
served, spoken about, the object of eavesdropping, fol-
lowed by strangers.’’11 In our case example, wherever
Karl B.’s glance falls, every ‘‘component of his experiential
field’’ appears to stand in a special relation to him, eg, the
‘‘instructions,’’ the ‘‘preparations,’’ and the ‘‘being staged.’’
‘‘His ‘world’ becomes transformed into a situation specif-
ically meant to ‘test’ him.’’7 Once the apophany takes over
the perceptual field, no aspect of the field remains un-
touched. Then, ‘‘everything becomes conspicuously salient.
The patient often interprets the course of events as if a film
were being made or a theater-piece performed’’.7

Each stage of beginning schizophrenia involves the
subjective ‘‘reorganization of meaning’’ with the view
of preserving the subject’s ‘‘vital’’ relationship with the
environment (mediated by what Conrad’s contemporary,
von Weizsäcker described as a perception action
cycle).6,7,10,12

Conrad finds that the ‘‘delusional misidentification’’ of
persons, a symptom seen in some neurologic disorders,
also occurs in beginning schizophrenia and is rooted in de-
lusional perceptions. Of the 107 schizophrenia patients,
Conrad7 describes in his monograph 17 report misidentifi-
cation experiences. Most are ‘‘positive’’ misidentifications,
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meaning that a stranger, or unfamiliar person, is perceived
as known (‘‘misplaced familiarity’’).13 Conrad describes a
patient with incipient schizophrenia who is placed tempo-
rarily in a guardhouse before transport. Being a former car-
penter, the patient finds that the door, windows,
floorboards, and bed frame in the cell have a ‘‘familiar’’
quality. He sees all at once that he himself is the carpenter
of these objects. They look so familiar. They were removed
from his old workshop. The windowsill has scratches on it,
which he made as a child and has been removed from his
childhood home. Everything revolves about the patient
(anastrophe). The familiar expressive quality of his
own workmanship emerges from each object he encoun-
ters in the cell and spreads (with monotonous repetition)
to his entire perceptual field (misplaced familiarity of de-
lusional misidentification).

Background for Conrad’s Concept of Delusions in Early
Schizophrenia

In his drive toward integration, Conrad bases his phenom-
enologic study of beginning schizophrenia on the Gestalt
psychological concept of holistic properties,14 his phenom-
enological approach of treating patients as peers or collab-
orators in the clinical interview,15 and his own observations
of anomalous conscious experiences, including the intro-
spective study of his own hypnagogic hallucinations
when falling asleep.16,17 (For review of the historical influ-
ences in Conrad’s work, see references.18)

Conrad challenged the prevailing European ‘‘classical’’
view (K. Jaspers, H. Gruhle, and K. Schneider) that de-
lusional interpretations of perception are two tiered, ie,
an abnormal meaning attaches to an otherwise intact per-
ception without understandable reason or cause.6 He
proposed that the delusion arises rather from an ‘‘already
transformed Gestalt perception’’ wherein the affective
and expressive ‘‘holistic’’ properties of the Gestalt be-
come exaggerated. He noted, eg, that the attention of
both healthy individuals and deluded subjects are cap-
tured more by a percept’s expressive qualities when the
objective or material properties of the percept are atten-
uated. For example, during a night walk, I see a tree trunk
as a crouching robber.7 Here, the attenuated perceptual
structure contributes to the Gestalt’s prevailing expres-
sive-physiognomic quality. The physiognomic similari-
ties (between the attenuated perception of the tree
trunk and a robber) become more striking (or salient)
than normally. In cases of delusional misidentification,
the structural–material Gestalt properties recede and
the patient relies on their physiognomic-expressive qual-
ities. Thus, the delusional misidentification of persons or
objects—as the case of the former carpenter’s misidenti-
fication of the wooden objects in his cell—is embedded or
‘‘given’’ in the delusional perception. The patient per-
ceives a detail in a stranger’s face, eg, a scar or crooked
tooth that represents an ‘‘expressive quality,’’ eg, ‘‘rug-
ged.’’ However, it is not the actual scar or tooth in the
encountered person but its ‘‘ruggedness’’ that allows

Table 1. Conrad’s Stage Model of Beginning Schizophrenia

Stage Term

I Trema (derived from Greek, colloquial for stage fright)
Meaning
Delusional mood (or atmosphere)

Characteristics
Undefinable, but increasingly upsetting quality spreads from salient aspects to entire perceptual field. Patient feels
anticipatory excitement, suspiciousness, alienation, fear, guilt, depression, or combination of these. Patient may
perform abrupt, seemingly meaningless actions

II Apophany (Greek apo [away from] þ phaenein to show / revelation)
Meaning
Delusion as revelation (Aha-Erlebnis)

Characteristics
Perceptual Gestalt experienced incompletely in terms of its expressive rather than its objective material holistic qualities.
Inability to transcend current perspective or to shift frame of references. Abnormal connectedness between seemingly
unrelated meanings. Delusional perception, misidentification. Relentless (‘‘monotonous, repetitive’’) spreading of the
delusion as both ‘‘elastic’’ and fixed to new gestalts.7,18,26 Progression of delusions from external to inner ‘‘space’’,
delusional body sensations. Patient uncritically receptive and unable to detach, as if trapped between sleeping and
waking. Thought insertion, thought broadcasting, hallucinations

III Anastrophe (Greek, ana- (back) þ strephein (to turn) / turning back)
Meaning
Patient feels self to be passive middle point (subject-directed complement to world-directed apophany)

Characteristics
Delusions of reference. Events and perceptions are related to self

Note: Conrad’s later stages apocalyptic-catatonic, consolidation (or partial remission), and residual defect state are not presented here.
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the patient to delusionally misidentify the new person
with some prior person who was also experienced as rug-
ged, as being the same person. In delusional mood, the
physiognomic similarity between beings, and not their
‘‘objective’’ structural or material Gestalt properties,
allows for their identification in the delusional perception.

Conrad recognized a similarity between delusional
mood and what the dreamer normally experiences during
sleep. The objective material Gestalt is suspended and
both healthy and psychotic individuals rely on the phys-
iognomic-expressive qualities of the truncated object per-
ception. This process of impoverishing the perceptual
field, which can occur naturally, is induced by an exper-
imental procedure called microgenesis.7,16,17,19 When
healthy subjects are presented perceptual objects in
impoverished or reduced conditions, they report similar
experiences. Microgenesis7,16,17,19 experimentally inter-
rupts or diminishes the percept by means of tatiscopic
presentation (often too briefly to be consciously experi-
enced), by reduced illumination of the field, by dimin-
ished stimulus size, or by presentation of objects to
peripheral vision, tasks in which schizophrenia patients
have been shown (during Conrad’s time) to be im-
paired.19 According to Conrad, the impoverished condi-
tions of stimulus presentation lead, in healthy subjects, to
a loosening of the object’s perceptual binding and the ex-
perience of attenuated perceptions, which mimic the
patient’s delusional, dream-like state.

Impoverishing the stimulus or interrupting perceptions
truncates the perceptual complexity, which normally con-
tributes to our everyday experience of complete objects.
It accesses ‘‘the sequence of events. assumed to occur in
the temporal period between the presentation of a stimu-
lus and the formation of a single relatively stabilized cog-
nitive response (percept or thought) to this stimulus.’’19

In the first phase of a microgenetic experiment, the
stimulus is presented in the most attenuated manner,
ie, as a diffuse, undifferentiated or vague background.
A ‘‘nondeterminate something’’ is sensed but not directly
seen. In the next microgenetic phase, the stimulus is
presented with more illumination for somewhat longer
tatiscopic durations, etc. Figures may be differentiated
against the background but continuously flicker in non-
stability. The physiognomic-expressive qualities continue
to dominate over the figures’ structural articulation.
Their primitive differentiation emerges but disappears
again. The subject has an anxious feeling of nonfinality,
yet experiences a feeling of being transfixed, unable to
look away. The subject cannot voluntarily distance, crit-
ically or reflectively examine the experience, but suffers it
in a receptive noncritical attitude. For Conrad, this phase
most accurately reproduces in the healthy awake sub-
jects, the delusional patient’s, or dreamer’s experience.

In a final phase of the microgenetic experiment, the
healthy subject recognizes suddenly, with relief and sur-
prise, the actual Gestalt. The delusional patient, on the

other hand, remains attached to the earlier arrested phase
of meaning. This marks a stable and sometimes relatively
permanent loss of the capacity to shift frame of reference
(ie, the ability to test reality) as ‘‘the subject is unable to
shift back from the previously passive–receptive attitude
to a critical attitude.’’15 In the progression to an ever
more articulated, or finalized Gestalt, the healthy subject
is ultimately able to ‘‘detach emotionally’’ and experien-
ces a sense of completeness or closure. However, like
the dreamer, the delusional patient is unable to detach
from the incomplete perceptual meaning or pre-Gestalt
(Vorgestalt).7,16,17 Interestingly, and in conformity with
Conrad’s observations, patients with a history of perse-
cutory delusions score higher than healthy controls on
a need for closure scale.20 Conrad characterizes the para-
noid delusional patient as existing in ‘‘a world between
waking and sleeping,’’ ‘‘a world of fluctuating Gestalten,
concerning which, up to this point, the poet has more
knowledgeable things to say than the psychologist.’’21

The phenomenological details of delusional mood, as
elaborated by Conrad, have been central in identifying its
neurobiological underpinnings.10 Kapur22 advanced the
idea that dopamine mediates the ‘‘salience’’ of environ-
mental events and their mental representations. Specifi-
cally, a dysregulated, hyperdopaminergic state on the
neural level leads to an aberrant assignment of salience
(or importance) to aspects of one’s experiences on the
cognitive-mental level. One view of delusions is that
they result from the cognitive effort made by the patient
to make sense of these aberrantly salient experiences. Ex-
perimental pharmacologically induced psychoses (using
the drug ketamine) model the link between inappropri-
ately heightened perception, aberrant causal inference,
and delusional ideation,23 and a similar association has
been reported in actively psychotic schizophrenia
patients.24,25 Antipsychotic medications dampen the
hyperdopaminergic underpinning of aberrant salience
and ‘‘provide a platform for the resolution of psychotic
symptoms.’’22 However, if treatment is interrupted for
a long enough time, the aberrant neurochemistry rekin-
dles and delusional mood and cognition returns in the
form of a psychotic ‘‘relapse.’’22,26

Conclusions

Due to its complexity and originality, Conrad’s work
presents us with conceptual and linguistic challenges.
Conrad felt that classical psychology and psychopathol-
ogy did not possess the ‘‘vocabulary’’ to describe the phe-
nomenology of patient’s experience of beginning
schizophrenia.7,11 Although his concepts are difficult,
he tried not to hide in the obscurity of esoteric language.
He did introduce new terms, albeit apologetically, be-
cause he felt that earlier work had not been adequate
in conveying the patient’s experience. Because his work
is easily misunderstood, it is sometimes cited to support
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concepts and viewpoints that are, at best, only remotely
related to the original work (for reviews of the debate
concerning the interpretation of Conrad, see referen-
ces18,27–29). A large (n = 267) retrospective study2 of Con-
rad’s stage model, including both men and women with
a greater age span than Conrad’s more homogenous male
military sample, found support especially for his first
stage, delusional mood (Trema), and to some extent,
for the next stage, apophanic psychosis. Conrad’s work
remains timely for current researchers and clinicians
due to his thoroughgoing commitment to respectful, col-
laborative study with patients concerning their subjective
experiences of prodromal and beginning schizophrenia
and to adhering as closely as possible to what patients en-
deavored to convey about their own experiences.
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